Oxytocin is present in the mammalian testis where it increases contractility of seminiferous tubules in vitro and has been implicated in sperm transport. The 
Introduction
The peptide oxytocin is present in the mammalian testis (Nicholson et al, 1984) and in the rat is produced by Leydig cells (Guldenaar and Pickering, 1985;  Nicholson and Hardy, 1992) . In the female reproductive tract, the effects of oxytocin on smooth muscle contractility have been well documented and a similar function has been demonstrated in the male (Niemi and Kormano, 1965; Pickering et al, 1990) .
The rat testis consists of a number of seminiferous tubules within which spermatogenesis occurs. Spermatogenesis is a highly complex and organized process that results in the shedding of spermatozoa into the tubular lumen. Spermatozoa are transported to the epididymis where motility is acquired. This transport is thought to occur owing to a combination of fluid secretion by the seminiferous epithelium and to the contractile activity of the tubules which are surrounded by a layer of smooth muscle-like cells, the myoid cells (Bedford, 1975) . Seminiferous tubules are spontaneously contractile in vitro (Roosen-Runge, 1951) and this contractility can be increased by the administration of oxytocin (Niemi and Kormano, 1965) at concentrations similar to those found in the testis (Worley et al, 1985) . Furthermore, depletion of testicular oxytocin, as induced by the drug ethane dimethane sulfonate which destroys Leydig cells, is accompanied by a decrease in the spontaneous contractility of the tubules; however, contrac¬ tile activity can be restored by the addition of exogenous oxytocin (Nicholson et al, 1987) . A role for oxytocin in the regulation of tubule contractility is also supported by the demonstration that the peptide can be detected in the testis only when there is active spermatogenesis. Thus, testicular oxytocin is not present in sex-reversed mice which lack germ cells (Pickering et al, 1986) . In neonatal rats, oxytocin does not appear until spermatogenesis is established (Worley et al, 1985) , and disruption of spermatogenesis induced by local heating produces a decrease in testicular oxytocin. However (Fig. 2a) and the most advanced stage of the spermatogenic cycle observed contained step 18 spermatids (Fig. 3a) . Residual bodies were seen in the testes of all control animals killed on days 44 (Fig. 3c) , 45 and 46. Unlike the control animals, residual bodies were seen in all the oxytocin-treated rats on day 43 (Figs 2b, 3b ) and on subsequent days (Fig. 3) . Residual bodies were not seen in any of the animals that received oxytocin antagonist until day 45 postpartum (Fig. 2c) ; even then the number of tubules in which residual bodies were seen (Fig. 3d) (Fig. 3b, c, e (Fig. 4a) . Incubation of sections with either normal rabbit serum, instead of the primary antibody, or with the anti-oxytocin serum preabsorbed with oxytocin, abolished this staining (Fig. 4b) . In the immature animals no staining for oxytocin was seen before day 30 postpartum (Fig. 4c) . Faint staining of the interstitial tissue was seen from day 31 postpartum (Fig. 4d) . The oxytocin-specific interstitial staining increased in intensity between day 40 and day 43 (Fig. 4e) Tubule contractility has also been implicated in the process of shedding of spermatozoa from the seminiferous epithelium (Gravis, 1980 duration of the spermatogenic cycle in rats, but in mice, a single injection of the peptide on day 21 postpartum has been reported to increase the number of spermatagonia and spermatozoa present in the testis 3 days later (Al-Janabi et al, 1987 (Hardy et al, 1989) . Tubular fluid secretion begins at 30 days postpartum and increases to adult rates at about 40 days (Setchell, 1970 
